White-footed mice and raccoons were captured as described earlier [11] from late spring to late fall during [1976] [1977] [1978] [1979] [1980] [1981] [1982] . Following anesthetization, blood was drawn from the heart, and sera were stored at -60°C. Mammals were returned to their respective habitats.
Human sera were obtained during July 1982-October 1983 and were screened for antibodies to Lyme disease spirochetes by indirect immunofluorescent antibody (IFA) tests. Sources of reagents and procedures for isolation and maintenance of spirochetes, antigen preparations, and for analyses of human and wildlife sera have been reported [5, 8, 12] . In "Encephalitis (one), facial palsy (three)
Residences of the 33 persons with antibodies to spirochetes but without records of ECM are distributed principally throughout south central and southeastern Connecticut (Fig. 2) . There was evidence of Lyme disease for individuals living in Amston (n = 5), Norwich (four), Marlborough (two), Hadlyme (two), and Essex (two). Additional cases were noted for Moodus, Lyme, Portland, Old Lyme, Groton, Colchester, East Lyme, East Haddam, Glastonbury, Salem, Manchester, Haddam, Waterford, Noank, Killingworth, North Franklin, Newington, and Lebanon.
Immunofluorescence tests verified prior spirochetal infections in 29 of 323 whitefooted mice (Table 3 ) and in three of 34 raccoons (Table 4) . Positive raccoons were captured during July and August at three sites where no human cases have been reported. Similarly, serologic tests revealed antibodies in white-footed mice from three additional locations, two of which had evidence of spirochete infections in humans. These areas were scattered throughout southern Connecticut (Fig. 3) . (2) Unlike D. variabilis, I. dammini larvae and nymphs will feed on humans [17] . The juvenile stages of the latter species may harbor spirochetes [4, 5] , and because these ticks are small, they are likely to be overlooked even after they engorge blood Steere et al. [4] , to the effects of antibiotics.
We detected antibodies to spirochetes in white-footed mice and raccoons from six widely separated coastal and inland sites. This adds to previous work [8] vides supportive evidence for Lyme disease in areas where humans may have been infected. Of the 329 white-footed mouse and 78 raccoon sera collected from these sites during 1978-1982, 10 percent and 23 percent, respectively, contained antibodies [8] . Similar studies of white-tailed deer at these and other locations in south central and southeastern Connecticut [9] revealed positivity rates of 29-39 percent. Because spirochetes have also been isolated from the blood of these hosts [5,71, we believe that these mammals may serve as reservoirs for this agent.
Since several hosts are commonly parasitized by L dammini [2, [7] [8] [9] 16] , sampling wildlife populations may prove useful in the identification and monitoring of endemic areas. The present and earlier findings [5, 8, 9] show a close correlation among the distributions of infected ticks, mammals with antibodies to spirochetes, and residences of persons who had Lyme disease. However, some communities, such as Colchester and Guilford, appear to have had human cases [1] , but there is no evidence of spirochete infections in raccoons or white-footed mice. This could be due to insufficient sampling. Thus, surveillance programs should include tests for spirochetes in ticks and serologic analyses of mammalian sera from scattered sites within towns. Studies should also be conducted over several months to determine if there are temporal differences in vector-pathogen-host interrelationships.
